Siboni, Mounts-Andersen, Moesner syphilis, leishmaniasis, Q fever, toxoplasmosis, cryptococcosis, infectious mononucleosis, herpes zoster, legionnaires' disease, and typhoid fever, were not suspected clinically.
tissue in a case of hepatoceliular carcinoma. Viral replication was established by showing the presence of minus strand HCV RNA by PCR amplification, after excluding residual reverse transcriptase activity of Taq polymerase. No minus strand was found in serum derived virion RNA. PCR amplified products from both tumour and non-tumour parenchyma were sequenced in the 5' non-coding region and shown to be identical. The A high incidence of markers of hepatitis C virus (HCV) infection has been reported in association with non-hepatitis-B virus hepatocellular carcinoma.' Since the virus is a positive polarity single stranded RNA virus its replication is not thought to involve a DNA intermediate and the possibility of integration of viral sequences into the host genomic DNA, or the overexpression of a viral transactivating function leading to a dysregulatory effect on cell growth.
The questions which we have addressed in this study of a case of HCV associated hepatocellular carcinoma were first, whether the virus is actively replicating in a liver bearing a tumour; second, whether it is replicating in the tumour tissue itself; and finally, whether the type of virus found in the tumour was genetically identical to that found in the surrounding non-tumorous parenchyma and in serum collected at the same time.
Case report
The patient was an Indonesian male, aged 56 years, with chronic active HCV hepatitis and cirrhosis possibly related to a blood transfusion for a bleeding peptic ulcer in 1976. Serum markers ofprevious hepatitis A and B infections were present (HAV IgG +, HBsAg-, antiHBsAg +, anti-HBcAg +, HBeAg-, HBV DNA-). Anti-HCV antibodies were detected both by second generation enzyme linked immunosorbent assay (ELISA) and by recombinant immunoblot assay (RIBA) (antic22P + + + +, anti-c33c + + + +, anti-100-3P ++++, anti-NS5 ++++), andserum HCV RNA was detected by polymerase chain reaction (PCR) amplification.2 A hepatocellular carcinoma was diagnosed after computerised axial tomography was done to investigate the development of hepatosplenomegaly and ascites. The carcinoma was found to occupy mostly segment 8 of the right lobe. Laparotomy was carried out to resect the affected liver lobe but the procedure was abandoned because of dissemination of the tumour to the left lobe. From the specimens removed for histology at the time of surgery, tissue was made available for the present study. before PCR amplification using our standard conditions (fig 2A, lanes 4 and 7) . Sequencing of the PCR product amplified from plus strand revealed the presence of the same majority species in the three specimens ( fig 2B) . The same sequence was also obtained from the PCR product generated from the minus strand of non-tumour tissue. Finally we may speculate that the presence of HCV in the tumour tissue which has been documented in this study may offer the possibility of devising new strategies for the eradication of tumour cells, both primary and metastatic.
carcinoma. 
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